rangements. These F2 terminals are proximal to the retinogeniculate input and form triadic arrangements: retiIntroduction nal axons contact both F2 terminal and relay neuron dendrite, and the F2 terminal in turn synapses onto the The gating of information transfer through the thalamus same relay neuron dendrite ( Figure 1A) . Because of the to the neocortex is a dynamic process that results from proximity of the F2 terminal to the excitatory retinogenithe interactions of intrinsic properties of thalamic relay culate synapse onto the relay neuron, these inhibitory neurons with synaptic afferents that arise from intrinsic inputs could serve to focally regulate retinogeniculate as well as extrinsic sources ( 
the limited amount of physiological data regarding the pretation is that fast excitatory synaptic responses meoutput of these interneurons. To our knowlege, these diated by iGluR activation in interneurons are attenuated results provide the first evidence indicating that these and can no longer produce suprathreshold excitation of presynaptic outputs are regulated in an activity-depeninterneurons that could in turn increase axonal output dent manner. In this study, we demonstrate that tetanic of interneurons (F1 terminals) observed as an increase stimulation of optic tract can increase inhibitory activity in IPSPs in relay neurons. However, any long-lasting within thalamocortical relay neurons via activation of depolarizations at the somatic level of interneurons in mGluRs. Activation of these receptors requires tetanic response to the tetanic stimulation could produce the stimulation and is limited to activation of optic tract but increased inhibitory activity that we observed in the not corticothalamic fibers. Furthermore, the increase in relay neurons. We next recorded from dLGN interneuinhibitory activity within the relay neurons is indepenrons, and in control conditions, tetanic stimulation of dent of action potential discharge by inhibitory interneuoptic tract could evoke short-lasting depolarizations in rons as would be predicted by traditional feed-forward interneurons that could produce action potential disinhibition. Our working hypothesis is that synaptic acticharge (Figure 8 ). These excitatory responses were vation of mGluR on distal presynaptic dendrites of completely attenuated by the iGluR antagonists CPP interneurons increases the release of GABA from these (20 M) and DNQX (40 M) in 10 of 11 cells. Increasing dendrites to produce inhibition in relay neurons (see the stimulus trains to levels that produced maximal Figure 1A ). Because these presynaptic dendrites are effects seen in relay neurons (400 A, 200 Hz) produced localized near the excitatory retinogeniculate synapse no lasting changes in the membrane potential of onto the relay neurons, this form of inhibition may play interneurons. In addition, no depolarizations were oba critical role in the modulation of synaptic transmission served in response to the mGluR agonist ACPD in all at retinogeniculate synapses. interneurons tested (n ϭ 10, data not shown). These data suggest that the increase in IPSP activity observed Diverse Actions of mGluRs in relay neurons in response to optic tract stimulation in Thalamic Nuclei is not due to a lasting, suprathreshold excitation at the A variety of mGluR subtypes has been localized within thalamic nuclei, and these different receptor subtypes soma level of the interneurons. 
